The fate of the C-Hg bond is very important in understanding the toxicity of methylmercury. By in vivo experiments, the release of inorganic mercury from methylmercury has been demonstrated in nice (Norseth 1971; Suzuki and Shishido 1976) , rats (Norseth and Clarkson 1970; Norseth and Bredeford 1971) , and guinea pigs (Iverson and Hierlihy 1974) . The dose dependence of the metabolism of methylmercury was claimed by Berlin et al. (1975) in monkeys given oral doses of methylmercury. However, the mechanism of cleavage of the C-Hg bond still remains obscure. Fang and Fallin (1974) failed to show the activity of cleavage of the C-Hg bond of methylmercury in rat liver and kidney slices, though there were activities for phenyl and ethylmercury. In rat liver homogenates, the cleavage of the C-Hg bond was found for phenyl and ethylmercury, but not for methyl mercury, and the activity for phenyl and ethylmercury was intensified by dietary selenite (Frang 1974 
RESULTS AND DISCUSSION
The inorganic mercury formation from methylmercury in MEM alone was examined, and the increase in inorganic mercury was less than 1.1% of the added mercury after 8 hr incubation and the level of total mercury remained almost constant. As shown in Table 1 , the inorganic mercury formation from methylrnercury in the presence of homogenate was the same as in MEM alone. The elevated formation of inorganic mercury from added methylrnercury was, however, observed in the chopped tissue. The equimolar addition of selenium did not show any effects on the inorganic mercury formation in the chopped tissue.
The present results have shown that the cleavage of the C-Hg bond of methyl mercury occurred under conditions in which the cellular integrity was maintained, and that the activity was almost completely abolished by homogenization . Then the question is why the present results are in disagreement with the results on rat liver and kidney slices by Fang and Fallin (1974) . A noticeable difference is in the incubation mixture. The slices were incubated with Krebs-Ringer phosphate buffer which did not contain any amino acids or vitamins, and the MEM contained Selenium was added at an equimolar dose to mercury as sodium selenite . Because no obvious tendency of increase was observed with time of incubation in the rate of i norganic mercury in h omogenates, average rates in liver and kidney were compared with th e average of inorganic mercury rates in MEM, and no statistically significant differences wer e found by t-statistics. B y the analysis of variance, in which the tissue preparation (homogenates vs . chopped ti ssue without Se) and the time of incubation were tested , a significant difference was found f or the tissue preparation (p<0 .01), but not for the time . The analysis of variance for the chopped tissue with vs. without selenium revealed a significant diff erence due to the time of i ncubation in the liver (p<0 .05), but not in the kidney , and variations due to selenium were not significant in either the liver or the kidney . several amino acids and vitamins. In view of the fact that methylmercury was stable in MEM alone, it is assumed that an enzymatic process is concerned with the cleavage of the C-Hg bond of methylmercury. Our present results are just pre liminary and further experiments are needed to elucidate the precise mechanism.
